TDD of 2Ol]q/kq t o Gp.11. The b i r t h w e i g h t (BW) o f t h e 26 p t s . i n Gp.1 (720-3170 gms, mean 1553'SE 112 gms) and t h e g e s t a t i o n a l age (GA) (26-35 wks, niean 31.7 wks) were s i m i l a r t o t h e B W (980-2160 gms,mean 1475'SE 115) and GA (27-35 wks, mean 31.8 wks) o f t h e 12 p t s . i n Gp.11.
Digoxin was administered p a r e n t e r a l l y : TDD, then LTDD 8 h r s . l a t e r and t h e remaining h TDD 8 h r s . l a t e r , then 118 TDD every 12 h r s . f o r remainder o f study.
Radioimmunoassay o f serum d i g o x i n l e v e l s obtained 72 h r s . a f t e r t h e i n i t i a l dose and j u s t before t h e maintenance dose revealed a higher l e v e l i n Gp.1: 1.4-7.5ug/ml (niean 3.5iSE 0.39) than i n Gp. 11: 1.2-3.0pg/ml (mear 1.73iSE 0.15), pc.001.
I n Gp.1 t h e s m a l l e r more immature i n f a n t s had t h e h i g h e r seruni l e v e l s .
I n Gp.11 t h e l e v e l s were s i m i l a r , i r r e s p e c t i v e o f BW and GA. Despite lower serum l e v e l o f d i g o x i n i n Gp.11, t h e echocardiographically,determined LVSTI was e f f e c ti v e l y reduced. T o x i c i t y was noted i n o n l y 1 p t . who was i n Gp.1, serum l e v e l 5.0ug/ml. Serum d i g o x i n h a l f -l i f e i n 7 p t s . from b o t h groups was 56-88 h r s . (mean 72:SE 5 . 2 h r s ) . Since hemodynamic e f f e c t was achieved w i t h t h e lower dose (20ug/kg TDD), we recom_mend t h i s dose f o r premature i n f a n t s . 
I
The purpose o f our study was t o compare t h e e f f e c t i v e n e s s o f t h r e e techniques o f coronary a r t e r y p e r f u s i o n f o r p r o t e c t i o n of t h e canine myocardium d u r i n g ischemic c a r d i a c a r r e s t ( I A ) .
I n each o f t h r e e d i f f e r e n t methods, t h e perfusate, c h 8/ 20 abnormal R=heart r a t e ; MAR=niean a r t e r i a l ressure' CO=cardiac o u t p u t ; H v d~/ d t = L v f o r c e o f c o n t r a c t i o n ; !~=sarcoplasniic r e t i c u l u m .
Continuous p e r f u s i o n appears t o p r o v i d e b e t t e r p r o t e c t i o n o f t h e tnvocardium than t h e s i n q l e bolus technique.

GE AND SEX AS DETERMINANTS OF THE PULMONARY VASCULAR (PV)RESPONSE TO CHRONIC HYPOXIA IN RATS. M a r l e n e
1 4 ' [ a b i n o v i t c h i K a t h l e e n H u r r a y , Mark A r o n o v i t z , W a l t e r 'J. Gamble, A l e x a n d e r S . Nadas, Lynne R e i d .
H a r v a r d M e d i c a l Schoo D e p a r t m e n t s o f C a r d i o l o g y and P a t h o l o g y , C h i l d r e n ' s H o s p i t a l Med i c a l C e n t e r , B o s t o n , M a s s a c h u s e t t s .
To d e t e r m i n e t h e e f f e c t o f a g e a n d s e x on t h e r i s e i n pulmona r y artery(PA)pressure(P)and on m o r p h o l o g i c c h a n g e s i n t h e PVber i n r e s p o n s e t o c h r o n i c h y p o x i a , 1 2 Sprague-Dawley i n f a n t r a t s ( I -r a t s ) a n d 11 a d u l t r a t s ( A -r a t s ) w e r e p l a c e d i n h y p o b a r i a ( a i r a t 380 m H g ) f o r 1 month. The I -r a t s , 8 male (M) and 3 f e m a l e ( f ) w e r e 8 d a y s o l d ( m e a n w e i g h t = l O g r a m s ) ; t h e A -r a t s , 7M a n d 4F. 3 months o l d ( m e a n w e i g h t = 2 8 0 g r a m s ) . A f t e r e x p o s u r e , i n d w e l l i n g PA a n d a o r t i c ( A 0 ) c a t h e t e r s were i n s e r t e d u n d e r p e n t o b a r b i t o l a n e s t h e s i a and t h e n e x t d a y u n a n e s t h e t i z e d p r e s s u r e measurements were r e c o r d e d . The r a t s were s a c r i f i c e d and t h e i r l u n g s a n a l y s e d ( a f t e r i nj e c t i n g t h e PA t r e e w i t h b a r i u m -g e l a t i n and t h e parenchyma w i t h f o r m a 1 i n ) b y 3 s t r u c t u r a l f e a t u r e s : 1 ) e x t e n s i o n o f m u s c l e i n t o s m a l l a r t e r i e s ( E M S A ) , 2 ) p e r c e n t a g e w a l l t h i c k n e s s o f p e r i p h e r a l a r t e r i e s ( % W T ) a n d 3 ) a l v e o l a r a r t e r y r a t i o ( A / A ) . A r i s e i n mean PAP t o 5 1 + 5 . l ( c o m p a r e d w i t h 1 6 . 6 5 . 1 i n C -r a t s ) o b s e r v e d i n I -r a t -was s i m i l a r i n * r a t s , b u t mean PAP i n A F -r a t s was l o w e r ( 2 9 . 6 + 2 . 1 , p c 0 . 0 3 ) ; AoP was unchanged i n a l l . I n c r e a s e d EMSA, %WT and A/A were found i n I -r a t s and A -r a t s compared w i t h C -r a t s ( f l . 0 0 9 lowever AE-rats compared w i t h AM-rats showed l e s s i n c r e a s e i n % w ( p < 
Whether p n t e n c y o r c o n s t r i c t i o n o f t h e d u c t u s a r t e r i o s u s i s r e l a t e d more i m p o r t a n t l y t o a l t e r a t i o n s i n c i r c u l a t i n g l e v e l s o f p r o s t a g l a n d i n s (PG's) o r w i t h a l t e r a t i o n s i n PG s y n t h e t a s e a c t iv i t y w i t h i n t h e d u c t u s i t s e l f i s c o n j e c t u r a l In t h e p r e s e n t s t u d t h e l a t t e r p o s s i b i l i t y was examined by e v a l u a t i n g t h e a b i l i t y o f t h e d u c t u s a r t e r i o s r~s and o t h e r f e t a l v a s c u l a r t i s s u e s t o s y n t h es i z e from i n t e r m e d i a t e e n d o p e r o x i d e (PGH?
) v a r i o u s t e r m i n a l p r o st a g l a n d i n s . F e t a l lamb d u c r u s a r t e r i o s u s g e n e r a t e d o n l y t h e p o t e n i i :~s o d i l :~t o r PGI2. 'lhe a o r t a and pulmonary a r t e r y p r o d u c e d t w i c e t h e PGI7 o f d u c t u s a r t e r i o s u s w h i l e vena c a v a produced h a l f a s nuch. None o f t h e s e v e s s e l s produced t h e p o t e n t v a s o c o n s t r i c t o r , thromhoxane ,\l ( T X A ? ) . I n c o n t r a s t , a d u l t l u n g , b u t n o t f e t a l l u n g , produced abundant q u a n t i t i e s o f TXA2. T h u s , d u c t u s a r t e r i oi r~s may he more p r o f o u n t l l y a f f e c t e d b y PG s y n t h e t a s e i n h i b i t i o n ( u s e d c l i n i c i~l l y i n p1:em;lture i n f a n t s ) t h a n o t h e r a r t e r i e s . Morew e r , an i n t e r p l a y i s s u g g e s t e d between l u n g -d e r i v e d TXAZ and I'CI? p r o d u c t i o n w i t h i n t h e w a l l of t h e d u c t u s p e r s e t h a t p r omotes d u c t a l c o n s t r i c t i o n . The a l t e r e d c i r c u l a t o r y pathways a s s oc i a t e d w i t h b i r t h f o s t e r c o n s t r i c t i o n o f t h e d u c t u s b y p r o v i d i n g a change i n t h e i n t e r a c t i o n between t h e p o t e n t v a s o a c t i v e PG's. f i e d a t a s u g g e s t an e x p l a n a t i o n f o r p r o l o n g e d d u c t a l p a t e n c y i n t h e f a c e o f l u n g i m m a t u r i t y , f o r t h e normal p r o c e s s o f d u c t a l c l o s u r e , and f o r t h e a b i l i t y c l i n i c a l l y t o m a n i p u l a t e PG metabol i s m t o a l t e r d u c t a l c a l i b e r . 1 3 1 t 46 The LVMM i n s v s t o l e . i n e a c h a o e a n d s e x SuborouD a n d p e r c e n t i l e > -d i s t r i b u t i o n , a s w e l l a s i t s r e l a t i o n s h i p t o l e v e l o f hernoglobin i n SS ( n o t shown i n a b s t r a c t ) w i l l b e p r e s e n t e d .
The d a t a sugg e s t t h a t e a c h method c a n d e t e c t t h e i n c r e a s e d LVMM i n SS p a ti e n t s .
The C a n d T methods s h o u l d b e u s e d f o r q u a t i t a t i n g LVMM i n c h i l d r e n b e c a u s e of low mean v a l u e s w i t h t h e w i d e s c a t t e r o f normal LVMM d e r i v e d by t h e method o f R.
